Further Developments.-In January, 1953, the patient was seen by Prof. Karl Lindner who found the ocular tension in both the eyes to be within normal limits. His report on the fundus condition was " slight physiological cupping of the disc in the right eye and cupping of the disc with optic atrophy in the left eye ". In May, 1953 , the patient came again with the complaint of hazy vision in the morning. The right fundus showed slight physiological cupping of the disc, but on the nasal half there was an anastomotic venous loop. There was no other new vessel formation in any other part of the fundus, and no sign remained of the previous retinal haemorrhages. The left fundus showed besides the cupping of the disc with optic atrophy a very well-marked anastomotic vein on the temporal half (Fig. 1) . Had The mechanism of their formation in the above conditions is not difficult to understand. It is also easy to understand how the new blood vessels grow on the retina in the secondary glaucoma following thrombosis of the central vein, but it is difficult to explain why new blood vessels form on the disc in chronic simple glaucoma.
In the four cases described above, the new vessels on the disc were veins. The first patient had chronic simple glaucoma in both eyes, and before the appearance of new blood vessels there was extensive retinal haemorrhage in the right eye, the cause of which was unknown. The neovascular formation on the right disc might thus be secondary to the retinal haemorrhage, but there was no apparent reason for the new blood vessels in the left disc, or in the other three cases.
The mechanism at work in all these cases may perhaps be explained as follows: In every case the anastomotic process has one definite pattern. The communicating loop is a vein and the communication is between two veinseither the trunk of the central vein and a tributary vein or between two tributary veins. The site of origin of the communicating twig from the branch vein is always beyond the crossing of the vein by an artery. In glaucoma when there is rise in ocular tension, the pressure effect is transmitted at the arteriovenous crossing on the disc where the already compressed vein is further constricted so that there is partial obstruction to the venous flow. When the obstruction is complete, the fundus picture is that of thrombosis of a tributary vein. But when it is partial and probably intermittent, the obstruction to the vein leads to the formation of a venous shunt which is Nature's attempt to get rid of the block.
As a result of the venous shunt, the blood in the obstructed vein can flow back and empty into the central vein via the communicating loop. The process of obstruction will be aggravated if co-existent arteriosclerotic change is already present in the vessel wall. All these four patients were over 50 years old, so that some degree of senile arteriosclerosis could be expected, though no serious change was detected ophthalmoscopically. None had any sign of inflammation in the fundus, and the lesions were not of a neoplastic nature. Except the right eye of Case 1, none had any history of haemorrhage The theory of partial and intermittent venous obstruction due to raised ocular tension is the only likely explanation for appearance of a new venous shunt on the disc. Summary Four cases of chronic simple glaucoma are described in which new anastomotic veins were seen on the disc. In one eye of Case 1 the neovascular formation probably had a haemorrhagic basis, but for the rest no aetiological explanation apart from the raised ocular tension due to glaucoma presented itself. The possible mechanism of the neovascularization of the disc through the effect of raised tension is described.
